During the neonatal period infants of diabetic mothers often have attacks of cyanosis, temporary cardiac murmurs and arrhythmia. Electrocardiographic changes have been observed both in the presence and in the absence of such disturbances, but in none of the children with any of these disturbances was the electrocardiogram normal (Bj\l=o"\rklund, 1953 (1952) and Jensen (1954) .
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During the neonatal period infants of diabetic mothers often have attacks of cyanosis, temporary cardiac murmurs and arrhythmia. Electrocardiographic changes have been observed both in the presence and in the absence of such disturbances, but in none of the children with any of these disturbances was the electrocardiogram normal (Bj\l=o"\rklund, 1953 b). The hypothesis has been advanced that the clinical symptoms and electrocardiographic changes are caused by hypokalaemia, secondary to hyperinsulinism with concomitant hyperfunction or dysfunction of the adrenal cortex (Bj\l=o"\rklund, 1953 a, b) . Venning et al. (1949) found in 2 premature infants of diabetic mothers, delivered by Caesarean section, increased glucocorticoid excretion during the first few days of life. Normalization of the excretion occurred on about the fifth day. Since these 2 infants had atelectasis and cyanosis, Venning et al. con- sidered that the stress to which these babies were exposed was the cause of the increased function of the adrenal cortex.
The present paper is concerned with the urinary excretion of 17-ketosteroids (17-KS) by newborn infants of diabetic mothers.
METHOD
The determination of 17-KS was carried out according to the Callow modifica¬ tion of the Zimmermann reaction. Hydrolysis, extraction, purification and correction for unspecific chromogens were performed according to Jensen 8c Tötterman (1952) and Jensen (1954 Table 2 . In addition the excretion in both groups is illustrated in Fig. 1 .
Some of the infants of diabetic mothers had one or more attacks of cyanosis during the course of the investigation (Table 1) . Cases 4 and 6 received 5 mg. of ACTH on the sixth day. (o) and of 19 newborn infants of non-diabetic mothers (x).
The excretion of 17-KS did not seem to vary with the length of the pregnancy or the duration of the diabetes in the mother (Table 1) . The series was, how¬ ever, too small to be of significance.
DISCUSSION
The source of the 17-KS found in the urine of newborn infants may be ma¬ ternal in origin. Since the administration of ACTH results in a rise of urinary 17-KS, it is evident that the adrenal cortex in the newborn infant can also produce these steroids (Read et al., 1950 (Lanman, 1953 , Read et al., 1950 , Venning et al., 1949 , Zeisel, 1953 Fig. 1 ). (Pedersen, 1952) . The theory has, however, been proposed (Björklund, 1953 a, b) that this hyper¬ plasia is actually related to an increased production of insulin. The effect of the latter can conceivably be balanced by an increased excretion of gluco¬ corticoids, which would explain why the infants of diabetic mothers do not exhibit hypoglycemia. To some extent insulin and the glucocorticoids act in an antagonistic manner in carbohydrate metabolism.
This hyperinsulinism should also partly explain the higher birth weight and heights of infants of diabetic mothers, since more recent studies seem to in¬ dicate that insulin is a growth factor per se (Bergqvist, 1954, and Salter 8c Best, 1953) . The increased height and weight of newborn infants of diabetic mothers can, however, also be explained as being due to an increased secretion of growth hormone in the mother which is transmitted to the fetus.
SUMMARY
The authors have investigated the adrenocortical function in newborn infants of diabetic mothers with regard to the excretion of 17-ketosteroids. Seven in¬ fants, delivered by Caesarean section after a pregnancy of 34-37 weeks, were studied. In 6 cases the values for the urinary 17-ketosteroids were considerably higher during the first 4 days as compared with the figures for 19 spontaneous¬ ly delivered babies of non diabetic mothers. The cause of the high values, which were regarded as related to an increased adrenocortical function, is dis¬ cussed.
